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21.66, p. 782) result in paraesthesias, and symptoms
may arise from ischaemia of virtually any tissue.
Angina, cardiac failure, renal failure and hypertension
are among the commoner clinical manifestations, but
infarction of the gut, etc., can also cause death.

Diagnosis depends on suspecting the disease from
the clinical features, blood changes, etc., and confir-
matory biopsy. The choice of tissue for biopsy de-
pends on the clinical features, but confirmation is
often obtainable from skeletal muscle biopsy, par-
ticularly if tissue is removed from a tender spot in a
muscle. Inflammatory changes are much more severe
than in the necrotising arteriolar lesions of malig-
nant hypertension.

Aetiology. The arterial lesions of experimentally-
induced acute immune-complex disease (p. 154) re-
semble those of polyarteritis nodosa. To explain the
development of acute lesions over a prolonged
period, as in polyarteritis nodosa, it is necessary to
assume that fluctuations in the plasma levels of pos-
tulated antigen and antibody results, from time to
time, in the formation of heavy concentrations of
immune complexes in the circulation. In support of
the disease being due to a hypersensitivity type 3
reaction, immunoglobulins and products of activa-
tion of complement have been demonstrated in the
acute lesions. The disease sometimes complicates
systemic lupus erythematosus and the lesions in such
cases are presumably due to complexes of auto-anti-
bodies with DNA, etc. (p. 164). Approximately 50
per cent of cases arise in chronic carriers of hepatitis
B virus with circulating HBsAg-Ab complexes, and
HBsAg has been demonstrated in the acute lesions in
some such cases. In many cases, however, the postul-
ated antigen has not been identified, although there
is often an association with various drugs, notably
sulphonamides and penicillin.

Variants of polyarteritis nodosa

A microangiopathic form of polyarteritis nodosa
affects mainly arterioles and very small arteries in
the kidneys and elsewhere, and gives rise to micro-
angiopathic haemolytic anaemia (p. 531) and
uraemia, sometimes without hypertension: the renal
lesions include focal and rapidly progressive glomer-
ulonephritis (p. 821). In many instances the condition
appears to be a hypersensitivity reaction to drugs or
micro-organisms.

Wegener's granulomatosis is a variant in which
lesions in vessels in the nasopharynx result in an
ulcerating granulomatous lesion, and lesions also
tend to occur especially in the lungs and kidneys.

Localised polyarteritis, with lesions indistinguish-
able from polyarteritis nodosa, occurs in the gall-
bladder end appendix, and has an excellent prog-
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can remain confined to the skin for some years, but
there are other, localised forms of dermal vasculitis
which are distinct from polyarteritis nodosa.

Other forms of arteritis

Idiopathic aortitis in Africans. An inflammatory
lesion affecting all parts of the aorta has been de-
scribed in young Africans. There is infiltration of the
adventitia and media with lymphocytes and plasma
cells, and destruction of the elastic tissue, ending in
dense collagenous fibrosis. The mouths of the renal
arteries are often involved, resulting in unilateral or
bilateral renal artery stenosis often leading in turn to
hypertension. Micro-organisms have not been demon-
strated and the aetiology of the lesion is unknown.
Tuberculosis. Marked periarteritis and endarteritis
sometimes occur in relation to tuberculous lesions.
They are often a prominent feature in tuberculous
meningitis, especially with late or inadequate treat-
ment (Fig. 21.33, p. 751). These changes may lead to
complete obstruction of the vessel and cerebral in-
farction. Occasionally, however, the wall of an artery
adjacent to a pulmonary tuberculous cavity may be
weakened before obliteration occurs and an an-
eurysm may form (p. 478).

Rheumatic arteritis. Lesions similar to those found
in the heart in rheumatic fever occur in the walls
of large arteries. In the aorta they commence in the
adventitia and consist of an infiltration of the tissues
with lymphocytes and plasma cells. There may be
foci of histiocytes, and typical Aschoff bodies with
characteristic cells (p. 412) may form. The cellular
infiltration may spread into the media and lead to
absorption of elastic tissue, but this rarely extends
beyond the outer third of the media. Such lesions do
not weaken the wall sufficiently to produce aneur-
ysms.

In the smaller arteries, rheumatic lesions of
various distribution have been found, especially
in the visceral branches. They are acute and may
be accompanied by necrosis of the media as well as
by leukocyte infiltration; they thus resemble the
lesions of polyarteritis nodosa but thrombosis and
aneurysms have not been found. Further work is
required to establish the relation of rheumatism to
disease of the smaller arteries. The lesions are
clinically silent, but they may form the basis of the
subcutaneous lesions which commonly occur in
rheumatic fever and illustrate its systemic nature.

Aortitis in ankylosing spondylitis. Unexplained les-
ions of the aortic valve and ascending aorta, iden-
tical in appearance to syphilitic arteritis but without
serological evidence of syphilis, sometimes develop
in males with ankylosing spondylitis.

Giant-cell or temporal arteritis. This is a fairly un-
common condition, occurring mostly in old people
of both sexes. It affects mainly arteries of the head,